Perhaps because of a combination of raised intraluminal pressure and reduced intraluminal bulk, colonic diverticula are most common in the sigmoid colonl. Therefore one would not expect the condition to arise in the defunctioned distal limb of a loop colostomy.
CASE HISTORY
A man aged 73 who had undergone a colostomy in the left iliac fossa during the Second World War following a gunshot wound in the left loin, was referred because of abdominal pain and constipation. On examination the colostomy had prolapsed and there was a large parastomal hernia. The patient had been repeatedly advised by his general practitioner to undergo reversal but, since he was managing the colostomy comfortably and was very apprehensive about surgery, he had not consulted the surgeons earlier.
Barium studies per rectum revealed extensive diverticulosis of the sigmoid colon and the descending colon distal to the stoma (Figure 1 ). Contrast studies of the proximal loop through the colostomy proved unsuccessful and a subsequent barium meal follow-through did not reveal any diverticula in the proximal loop. He underwent reversal of the colostomy with repair of the parastomal hernia and was symptom-free 2 years later. Segmentation is a result of their contraction, which leads to the creation of closed chambers of raised intraluminal pressure5; and increased intraluminal pressure stimulates further elastin production in the taeniae4. High intraluminal pressure also stresses the colonic wall, causing degenerative changes in the submucosal collagen6. It is a combination of increased elastin deposition and deterioration in the quality of collagen1 that decreases the tensile strength of the colon and increases its distensibility7. In rats with loop colostomies, Kissmeyer-Nielsen et al.8 have shown deterioration in the wall of the distal limb secondary to a decrease in the quality of collagen.
One might suppose that the defunctioned distal limb of a loop colostomy would not be subject to increased intraluminal pressure, because of the absence of faecal content. On the contrary, it can be hypothesized that the distal limb retains its intrinsic motility pattern and that the lack of bulk against which to contract causes high pressures to be generated. We know that bran, which results in bulky stools, can reduce the abnormal resting and postprandial intraluminal pressure9; easy transport of bulky stools entails less force of contraction and colonic wall tension and subsequently less degeneration10. We also know that with low intraluminal bulk there is only intermittent distension of the colon, and this initiates elastosis4.
The present case is noteworthy not only because of the presence of diverticula in the defunctioned limb of a H-0 Department of Surgery, Torbay Hospital, Torquay TQ2 7AA, UK Correspondence to: Mr P W J Houghton colostomy but also because of the absence of diverticula in the proximal limb. We hypothesize that the diverticula in this case were caused by a combination of factors-colonic wall degeneration as a result of ageing and processes unique to the distal limb; and small intraluminal bulk causing accelerated elastosis, and possibly also raised intraluminal Soc Med 1999; 92:360-361 Rapid decompression of the hydrocephalic brain can cause bilateral subdural haemorrhage from rupture of bridging veins1 2. We report a case of massive contralateral extradural haemorrhage after modest reduction of pressure with a shunt.
A 13-year-old boy was investigated by the paediatric neurology department for unexplained episodic screaming and behavioural difficulties at school. He was observed to be withdrawn and to walk with a stooped posture. His height and weight were on the 25th centile and his head circumference was on the 75th centile. An electroencephalogram showed activity consistent with temporal lobe epilepsy and a diagnosis of complex partial seizures was made. Magnetic resonance imaging of his brain at that time showed moderate dilatation of the third and lateral ventricles, a narrow aqueduct and a small fourth ventricle. No focal abnormality was seen and the provisional diagnosis was congenital aqueduct stenosis. There was no evidence of raised intracranial pressure (ICP) so no invasive ICP monitoring was done. He was treated with carbamazepine and after 2 years he was intellectually intact and all seizure activity had ceased. His anticonvulsants were stopped and he was discharged from follow-up.
He was symptom-free for 5 years until he was 20, when he was seen in the neurosurgical department after a grand mal seizure. His Glasgow coma score (GCS) was 12 and an urgent computed tomography (CT) scan of his head showed dilatation of the lateral and third ventricles, suggesting acute hydrocephalus (Figure 1 ). He underwent emergency insertion of a right frontal ventriculoperitoneal (VP) shunt with a programmable valve set at 100mm H20 pressure and an anti-siphon device distal to the valve3. Three hours later he had a further grand mal seizure on the ward and his GCS dropped to 4. Repeat CT showed a massive left-sided extradural haemorrhage with midline shift to the right and a right-sided subdural cerebrospinal fluid (CSF) collection (Figure 2) . At emergency left fronto-temporoparietal craniotomy a large left-sided extradural collection was drained and the dura was tented to the skull to prevent reaccumulation. The valve was reprogrammed to an opening pressure of 180 mm H20. Postoperatively he had a right hemiparesis but obeyed commands with his left arm. There was moderate weakness of the right 7th cranial nerve and mild weakness of the right 9th, 1 0th and 1 1 th nerves. He was transferred to the neurosurgical critical care unit and was eventually extubated after nine days. His speech and swallow improved considerably over the subsequent week and he regained power of 3/5 in the right lower limb. He was admitted to the rehabilitation unit where he had two further episodes of Department of Surgery, Addenbrooke's Hospital, Cambridge CB2 2QQ, UK Correspondence to: Dr Dominic Power
